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Evidence Based Medicine on Fibrates
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In recent years, several evidence has been provided regarding effects of fibrate treatment on
the prevention of cardiovascular events in primary and secondary prevention.

In this section, we summarized the main findings in HHS, SENDCAP, BECAIT, VA-HIT, BIP
and DAIS. All of them provided substantial evidence supporting that fibrate treatment considera-
bly prevents cardiovascular events in primary and secondary prevention even though this type
of lipid lowering agents do not considerably make reductions in LDL—cholesterol levels. These
studies suggest that reduction in triglyceride and increases in HDL—cholesterol are highly asso-

ciated with significantly lowering cardiovascular events.
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e previously reported {1) the
limited clinical significance for
Japanese diabetic patients of the
widely used World Health Organization
(WHO) (2) and National Cholesterol Ed-
ucation Programn (NCEP) (3) definitions
of metabolic syndrome and suggested
that an international definition of meta-
bolic syndrome that was applicable re-
gardless of ethnicity was necessary (1).
Recently, the International Diabetes
Federation published a long-awaited new
worldwide definition of metabolic syn-
drome (4) that is intended to be applica-
ble to various ethnic groups. The new
definition is similar to the NCEP defini-
tion (3) but has several important differ-
ences. Notably, most components of the
new definition now include subjects who
are receiving specific treatments for the
abnormalities that comprise metabolic

syndrome. Also, central obesity (defined
by waist circumference with ethnic mod-
ification in its thrésholds) has become a
mandatory component in the new defini-
tion. In this report, we evaluated the pre-
dictive power of the new international
definition for cardiovascular disease
(CVD), as compared with that of previous
definitions, in Japanese diabetic patients.

RESEARCH DESIGN AND

METHODS — The Japan Diabetes
Complications Study (JDCS) has been de-
scribed in detail elsewhere (1,5). The
same dataset was used for evaluation so
that the new definition of metabolic syn-
drome could be directly compared with
the WHO and NCEP definitions (1-4). A
total of 1,424 Japanese patients (771 men
and 653 women, age 58.4 = 7.4 years
[means = SD]) with previously diagnosed
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type 2 diabetes but without known CVD
were [ollowed for 8 years for coronary
heart disease (CHD) and stroke events.
Fatal and nonfatal CHD and stroke were
defined as previously reported (1). The
new International Diabetes Federation
definition (4) was used with a recom-
mended ethnic modification for Japanese
subjects in relation to waist circumference
(men =85 cm, women =90 cm). Since all
of the subjects had diabetes, metabolic
syndrome diagnosis was made in patients
who met criteria for central obesity plus
one or more of the following: increased
triglycerides, increased blood pressure, or
reduced HDL cholesterol (see Table 1 for
detailed thresholds). Incidence rates in
the two groups (with and without meta-
bolic syndrome) were estimated under
the Poisson assumption using person-
year methods. Cox regression analysis
was used to calculate the age-adjusted
hazard ratio (HR) and 95% Cl of meta-
bolic syndrome risk factors with CHD,
stroke, or both. The SAS software package
(version 8.0; SAS Institute, Cary, NC) was
used for all analyses. P <C 0.05 was con-
sidered statistically significant.

RESULTS — At baseline, the preva-
lence of metabolic syndrome, using the
new definition (Table 1), was notably
lower, especially in female patients, than
the prevalence under the WHO (2) and
NCEP (3) definitions, which was ~50%
on average (1). Diabetes duration in pa-
tients with (9.9 * 6.9 years) or without
(10.7 + 7.3 years) metabolic syndrome
did not differ significantly (P = 0.07). The
proportion of patients that met the central
obesity criterion (an essential component
of the new definition) wis 36.7% for men
and 9.7% for women, such that 87% of
men and 95% of women with central obe-
sity had metabolic syndrome.

The incidence (per 1.000 patient-
years) of CHD (13.5 [with metabolic syn-
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